Purpose: The role of cerebrovascular dysfunction in seizure disorders is recognized. Blood-brain barrier (BBB) damage in epilepsy has been linked to endothelial and glial pathophysiological changes. Little is known about the involvement of pericytes, a cell type that contributes to BBB function. Methods: NG2DsRed mice were used to visualize cerebrovascular pericytes. The pattern of vascular and parenchymal distributions of platelet-derived growth factor receptor beta (PDGFRβ) cells was evaluated by immunohistochemistry. Status epilepticus was induced in NG2DsRed or C57BL/6J mice by intraperitoneal kainic acid (KA). Animals were perfused intracardially using FITC-Dextran or FITC-Albumin to visualize the cerebrovasculature. Colocalization was performed between NG2DsRed, PDGFRβ and microglia IBA-1. Confocal 3D vessel reconstruction was used to visualize changes in cell morphology and position. PDGFRβ expression was also evaluated in vitro using organotypic hippocampal cultures (OHC) treated with kainic acid to induce seizure-like activity. Co-localization of PDGFRβ with the vascular marker RECA-1 and NG2 was performed. Finally, we assessed the expression of PDGFRβ in brain specimens obtained from a cohort of patients affected by drug resistant epilepsy compared to available autoptic brain. 
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Introduction
An increasing body of evidence is in favor of an etiological role of blood-brain barrier (BBB) dysfunction in seizure disorders [1] [2] [3] . Damage of the BBB in epilepsy is accompanied by aberrant angiogenesis and the formation of leaky microvessels [4] . BBB damage allows for the extravasation of serum components into the brain parenchyma, altering the composition of the brain milieu [5] . Pathophysiological changes occurring in BBB endothelial cells and astrocytes have been identified as culprits of BBB dysfunction during seizures [3, 6] .
In addition to astrocytes and endothelial cells, vascular mural cells, such as pericytes, significantly contribute to BBB physiology and integrity [7] [8] [9] . Interestingly, the pathophysiological role of pericytes in brain disorders has begun to attract attention [7] . Pericytes are located in the perivascular space of the BBB, connected by tight and gap junction proteins. Pericytes form a tight sleeve around the cerebral vessels and 
